Enrichment cultures of the sevu specimens in enriched chopped meat-glucose-starch medium contained toxin after 5 days of anaerobic incubation at 30°C. This was shown by mouse toxicity test in which the enrichment broth of the specimen was injected intraperitoneally into mice; botulinum toxin was detected by observing its lethal effect on mice. This effect was neutralized by specific polyvalent botulinum antitoxin types A, B, E (Biomed, Warsaw, Poland). Cultures of other food items tested negative for toxigenic organisms. Serum specimens (obtained more than 1 week after the onset of illness) from eight patients with mildly symptomatic illness were negative for toxin.
To test the presence of toxin gene in the isolated strain of C. butyricum, polymerase chain reaction (PCR) was performed. Degenerate primers BoNT 1 and BoNT 2 were used, which amplify a specific 1.1-kb fragment of neurotoxin gene C. botulinum types (A, B, E, F, and G) as well as toxigenic strains of C. baratti and C. butyricum (3) . Five Escherichia coli strains containing clones encoding fragments of the C. botulinum neurotoxin genes were used as positive controls in the PCR assay (kindly provided by Alison East, Institute of Food Research, United Kingdom). PCR profile used was as follows: 94°C for 2 min, followed by 25 cycles of 92°C for 1 min, 42°C for 1 min, and 62°C for 5 min, then held at 4°C (Alison East, pers. comm.). An amplified product of 1.1 kb was detected from the culture isolate of sevu.
The outbreak described in this report draws attention to the emergence of new foodborne pathogens and to their association with unusual foods. Human botulism is commonly caused by C. botulinum neurotoxin type A, B, and E (4). In the present study, we showed that a neurotoxigenic C. butyricum was present in the food implicated in a clinically suspected outbreak of botulism in Gujrat, India.
Laboratory studies could not confirm the diagnosis of botulism because clinical materials (such as contents of the gastrointestinal tract, feces) were not submitted for examination for the presence of the botulinum toxin or organisms. It is not surprising that toxin could not be detected in the eight serum samples received by our laboratory. Because of the delay in clinical diagnosis, early serum samples could not be obtained. Toxin is detected in only 13% of serum samples collected more than 2 days after ingestion of botulinum toxin (5). However, the
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Emerging Infectious Diseases Letters clinical presentation of the patients, response to trivalent botulinum antitoxin, and isolation of toxigenic C. butyricum from one of the consumed food articles strongly suggest that the outbreak was caused by food contaminated with toxigenic C. butyricum. Neurotoxigenic C. butyricum was first reported in 1986 in two cases of infant botulism in Rome (6) . Recently, neurotoxigenic C. butyricum was isolated from the food implicated in an outbreak of clinically diagnosed type E botulism in China (7) . In this outbreak, it appears that sevu, because of improper storage, was contaminated with the spores of C. butyricum, which subsequently germinated and produced toxin. To the best of our knowledge, this is the first report of neurotoxigenic C. butyricum causing foodborne botulism in India.
The changing epidemiology of foodborne disease as highlighted in this report calls for improved surveillance, including the development of new technology for identifying outbreaks.
